Colonic diverticular disease (DD) is one of the most common gastrointestinal conditions afflicting Western populations, with an estimated mortality in Europe of more than 20,000 per year [1] . Although most patients with DD remain asymptomatic, about one-third will develop symptoms at some point in their lives, symptoms that range from chronic mild abdominal pain to acute episodes of diverticulitis complicated by abscess or frank colonic perforation [2] .
Thus, it is not surprising that, given the frequency of the condition, the therapeutic aspects are mainly devoted to try to prevent the occurrence of complications occurring in these patients, mainly the onset of diverticulitis. Among the several new therapeutic options, paralleling more traditional therapeutic approaches (dietary fibers, antibiotics, etc.) [3] , the use of mesalazine has been recently proposed [4] .
Why use mesalazine to treat DD? The main working hypothesis is that the chronic mucosal inflammation seen in this condition is similar to that documented in inflammatory bowel diseases [5, 6] , and there is some evidence that mesalazine may have a role in the treatment of patients with DD [7] , due to its anti-inflammatory properties capable to reduce the number of mucosal immune cells [8] .
In this issue, Gatta et al. [9] report their experience in treating uncomplicated DD with a cyclic (800 mg b.i.d. 10 days every month) schedule versus no treatment (control group of institutionalized elderly) during a 5-year follow-up period. During this period, 4% of treated patients and 10% of untreated patients developed diverticulitis, and, although not statistically significant, the authors conclude that mesalazine seems to be clinically effective to reduce the incidence of diverticultis in DD patients.
Apart from some study limitations (a possible beta error the study being a pilot trial, with a higher dropout of patients in the mesalazine group, design of the study using cyclical instead of continuous treatment), already recognized by the authors in the discussion, we can also suggest that the control group (elderly institutionalized subjects) was probably a suboptimal one, and the results might have been affected by the likely higher rate of other concomitant therapies in these subjects. Indeed, there is recent evidence that, at least for major complications, the concomitant use of drugs adversely affects the outcome of DD patients [10] .
The main point, however, is that once again we face a study on DD that does not fully consider the full spectrum of symptoms. In fact, the symptoms taken into consideration in this study are similar to those seen in the irritable bowel syndrome, likely to overlap DD (at least in a certain percentage of patients) in this setting [11] , as also shown by motility studies [12] . On the other hand, there is evidence from large patient cohorts that DD patients exhibit different and more specific abdominal pain patterns [13] , and that only abdominal pain lasting for more than 24 h discriminates patients with DD from those with an irritable bowel syndrome (G.Bassotti, R.Cuomo, B.Annibale, unpublished data). This fact, together with the recent demonstration of abnormalities of both the enteric nervous system [14] and of mucosal neuropeptide pattern in symptomatic DD patients [15] , suggests that the origin of symptoms may likely be due to other mechanisms than that related to low grade inflammation of the mucosa. Unfortunately, to date, no study available in the literature has taken these aspects into account.
Therefore, we feel that there is more than a fleeting possibility that the present efforts based on decreasing low grade mucosal inflammation in DD are aimed at a wrong target, i.e., decreasing irritable bowel syndrome-like symptoms [16] , especially considering that notwithstanding several studies on the use of mesalazine that are available in the literature, there is still no firm documentation of such an efficacy of the drug in this setting [17] .
Thus, it is our belief that only with a better understanding of the basic pathophysiological mechanisms we will be able to focus on more precise therapeutic targets, such as the identification of the pain/motility receptors responsible for the specific symptoms in these patients.
Of course, further studies carried out with accurate selection of large cohorts of patients are needed to answer these questions. In the meantime, we must rely on what we have available today, and that could (hopefully) give some relief to our patients.
